old wt, IL-7R Ϫ/Ϫ , and IL-7R Ϫ/Ϫ /Bax Ϫ/Ϫ mice is shown. from the double-deficient mice were smaller and the medulla was divided into islets. In the absence of IL-7, Normal thymus from two wt mice exhibited extensive anti-CD3 staining for thymocytes in the outer cortex and this decrease in size of the thymus was not likely to be caused by thymic involution due to premature age. Older less in the medulla. Thymus sections from Bax Ϫ/Ϫ mice were similar in appearance to wt mice (data not shown).
thymuses display volume increases in perivascular space, later replaced by adipose tissue, an architecture Thymuses from two IL-7R Ϫ/Ϫ mice contained few thymocytes, lacked an organized cortex or medulla, and not apparent in the IL-7R Ϫ/Ϫ /Bax Ϫ/Ϫ mice. Higher power magnifications ( /Bax Ϫ/Ϫ mice gated out and the remaining triple-negative (TN) thymocytes analyzed for Thy-1 ϩ CD44 ϩ cells, which include using specific primers to detect TCR␥ locus rearrangement by PCR methods previously described the pro-T1 and -T2 populations. Shown in Figure 2B (Table 1B) . Therefore, we propose that in the fetal environment loss of IL-7 triggers a death pathway requiring weeks (E. Maraskovsky and A. Strasser, personal communication), while Bax deficiency protected only up to Bax. In the adult thymus, extrinsic stresses (for example, steroids or death ligands) are present that induce death 8 weeks. This suggests that the antiapoptotic activity of Bcl-2, during IL-7 withdrawal, extends to other apoptotic pathways independent of Bax, but inhibited by IL-7.
inducers, in addition to Bax, present in the adult animal.
Bcl-2 Transgene Expression or Bax Deficiency Protects Adult Pro-T Cells from IL-7
Bax-Independent Death Pathways: PI3-Kinase and Bad, Bim, and Bak Withdrawal-Induced Death Having shown that, in young mice, Bax deletion restored To begin the identification of novel death mediators induced in adult thymocytes, we evaluated PI-3 kinase, thymocyte survival in the absence of IL-7, we examined, (Table 1A) 
